In 1724, Boerhaave of Leiden reported a fatal oesophageal rupture in Baron Wassenaar, Grand Admiral of the Dutch Fleet, a glutton who practised the Roman habit of autoemesis. Boerhaave's syndrome continues to occur in similar, although usually less extreme, circumstances where there is prolonged and forceful vomiting.
CASE HISTORY
A woman aged 24 underwent spontaneous normal vaginal delivery at 39 weeks of gestation. Her antenatal course had been uncomplicated and she was otherwise ®t and well. The total labour time was 8.5 h, with a short second stage (17 min); the infant, a healthy boy, weighed 3.2 kg. The mother was given 50 mg intramuscular pethidine with an antiemetic shortly before delivery and vomited once, bringing up a small amount of bile. The attending midwife and obstetrician subsequently noted development of surgical emphysema over the chest wall. Apart from further retching and mild dyspnoea there were no other symptoms. A chest radiograph revealed extensive subcutaneous and mediastinal air and oesophageal perforation was diagnosed, but a Gastrograf®n contrast swallow revealed no leak. Intravenous antibiotics were administered, oral intake was stopped and the patient was referred to the regional oesophageal unit. 14 hours after delivery surgical emphysema was still present over the chest wall and neck but the patient was comfortable, afebrile and haemodynamically stable. The chest X-ray was unchanged, with no pleural effusion or pneumothorax. Upper gastrointestinal endoscopy, conducted under intravenous sedation with minimal insuf¯ation, revealed a short full-thickness linear tear in the lower oesophagus. A nasogastric tube was inserted into the stomach under direct vision and image intensi®cation, for hourly aspiration. The patient made good progress thereafter. Intravenous¯uid therapy and antibiotics were maintained for 5 days and a repeat chest X-ray con®rmed the resolution of the surgical emphysema. A further contrast swallow was normal and the nasogastric tube was removed before oral diet was resumed without adverse effects. The patient was discharged home on day 6. Throughout the hospital stay mother and baby had been nursed together and the child bottle-fed successfully.
COMMENT
Spontaneous oesophageal perforation during pregnancy is very rare and, when it does happen, tends to be associated with hyperemesis gravidarum in the ®rst trimester 1,2 . In the case reported here, the perforation during normal vaginal delivery could have had several causes. Vomiting is a well-recognized aetiological factor 3 and may have been induced by the pethidine analgesia. Another opioid, morphine, is known to impair lower oesophageal sphincter relaxation within minutes after intravenous administration 4 . Furthermore, the patient had a raised intra-abdominal pressure from pushing during the second stage of labour. Both these factors may have contributed to development of the perforation. It is also possible that the patient had an inherent oesophageal abnormality such as a de®ciency in the muscularis mucosa or a disorder of motility; but, even if we had found such an abnormality the question of cause or effect would have remained open.
The successful outcome of this case is principally related to the early recognition of the tear and correct management at the outset. Many spontaneous oesophageal ruptures are confused with pneumonia or myocardial ischaemia and delays in diagnosis and appropriate therapy can lead to life-threatening mediastinal sepsis. The classic triad of vomiting followed by severe chest pain and subsequent development of surgical emphysema is not always present. Diagnosis is often dif®cult since 20±45% of patients have no history of vomiting and clinical features vary widely according to the site of perforation 5 . Here the patient vomited only once and pain was not a major feature; surgical emphysema was the only sign. Mediastinal and subcutaneous gas on chest X-ray is highly suggestive of an oesophageal tear although its absence does not exclude a rupture; all patients in whom the diagnosis is suspected should have a contrast swallow. In the patient reported here, the tear had probably sealed spontaneously, since the Gastrograf®n swallow 5 hours after initial symptoms did not reveal a leak. Upper gastrointestinal endoscopy is of great importance, both to view the rupture and to ensure that a nasogastric tube for decompression is safely inserted into the stomach and not through the tear.
The choice between conservative and operative approaches depends on the site/size of rupture, the degree of mediastinal contamination and crucially any delay in diagnosis 6 . The conservative approachÐwithholding of oral intake coupled with nasogastric decompression and broad-spectrum intravenous antibioticsÐis
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V o l u m e 9 4 F e b r u a r y 2 0 0 1 unfortunately only appropriate for a minority of small tears recognized at an early stage. The addition of chest drainage for pleural collections is another option, but most patients present late with cardiorespiratory complications, necessitating surgical repair or resection. An overall mortality of less than 10% is achievable, but the case-fatality is several times higher if diagnosis is delayed 5,6 . Early recognition remains the key to a successful outcome. Endogenous ophthalmitis needs to be thought of in a patient with painful eye, even when there are no manifestations of systemic infections.
Painful eye after a '¯u-like illness

CASE HISTORY
A girl of 16 came to eye casualty with a one-day history of a red painful left eye with photophobia. Three days previously she had had a '¯u-like illness with headache, sore throat, neck stiffness and rash. The symptoms had resolved without medical intervention and the rash had disappeared. On initial examination her visual acuity was 6/9 in each eye and she had a moderate anterior uveitis without posterior segment involvement. In¯ammatory acute anterior uveitis was diagnosed and she was started on topical steroids and a cycloplegic. Next day she returned with severe ocular pain and reduced visual acuity (hand movements only). She had diffuse exudates in the anterior chamber; intraocular pressure was raised (44 mmHg by Goldmann applanation tonometry) and fundal details were not visible. She continued to worsen on intensive topical steroids and infective endophthalmitis was diagnosed. The anterior chamber and vitreous were tapped and she received intravitreal vancomycin 1.0 mg and amikacin 0.4 mg. As she was penicillin-sensitive, she was started on intravenous cipro¯oxacin (daily dose 15 mg/kg) and intensive topical cefuroxime and gentamicin. Neisseria meningitidis group C subtype 1:5 was isolated from the anterior chamber and from vitreous samples cultured in blood agar and chocolate agar. The topical antibiotics were changed to chloramphenicol and cipro¯oxacin. N. meningitidis was not isolated from blood cultures or nasal and throat swabs. Cerebrospinal¯uid was not examined since she had no symptoms of meningitis. The hypopyon became organized and the lens opaci®ed. She was then referred to a regional unit for lensectomy and vitrectomy. After surgery and with further resolution of the endophthalmitis, she achieved a corrected visual acuity of 6/18.
COMMENT
Endogenous endophthalmitis is an important condition to recognize since early intravenous antibiotic therapy is essential for a good outcome 1 . The condition results from haematogenous spread of the infective organism across the blood±ocular barrier (whereas exogenous endophthalmitis is usually due to trauma). The groups most affected are diabetic and immunocompromised patients together with intravenous drug abusers.
Overall, fungi are the most common pathogens, Bacillus cereus is the principal bacterial cause 1, 2 . N. meningitidis endogenous endophthalmitis is a familiar complication of meningococcal meningitis or septicaemia 1 . Reviewing 22 cases of meningococcal endogenous endophthalmitis reported since 1943, Wong and Balakrishnan 3 found the onset of ocular ®ndings to range between one and six days from the initial systemic presentation, which was a rash in 50%. One-third of cases were bilateral.
N. meningitidis endogenous endophthalmitis usually has a good outcome if treated early, since it tends to arise in young previously ®t patients, is sensitive to penicillin, affects the anterior segment primarily and is heralded by a characteristic picture of meningitis and bacteraemia 1 . When, however, systemic symptoms are absent, diagnosis and treatment are likely to be delayed; several cases of this sort have been reported previously 4±7 . In our patient, the '¯u-like illness and rash probably represented a bacteraemic event which resolved spontaneously but seeded in the eye.
